Oesophageal atresia/Tracheo-oesophageal fistula (OA/TOF) are common congenital malformations of the foregut in newborns.
Until recently little was known about the pathogenesis of these anomalies. Adriamycin, a chemotherapy agent, has been found to cause birth defects in mice that resemble the OA/TOF anoma- Genes involved in cell communication systems integral to lung and foregut development are been examined in this way.
Time-mated CBA/Ca mice received intraperitoneal injections of adriamycin (6 mg/kg) or saline on day 7 and 8 of gestation. Embryos were harvested on days 9-12 and stained following whole mount insitu hybridization with labeled RNA probes to detect specific gene transcripts. Immunohistochemistry using an antibody specific to endoderm cells (Hnf3b) was used to visualize morphology. The overall aim of this study is to establish the mechanistic pathways via which mild disruption of fetal testicular development leads to TDS in humans. For this purpose, testes of rat embryos of different developmental ages (e14.5-e19.5) were isolated from pregnant rats treated with control vehicle or DBP (500 mg/kg/day) from e13.5. We investigated the temporal and spatial expression patterns for genes which have previously been shown to be important in testis development in the mouse, using TaqMan real-time PCR and whole mount insitu hybridization. We hypothesize that some of this 'key testicular genes' show abnormal expression in DBP-treated testes, which could be a causation for TDS development. 
